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from hypertension, and is seen especially in old
age. In both normotensive and hypertensive
subjects it is observed most commonly in arter-
ioles in the spleen, then in the afferent glomer-
ular arterioles of the kidneys (Fig. 14.17), and in

Fig. 14.17 Hyaline arteriolosclerosis of afferent
glomerular arteriole in chronic systemic hyperten-
sion. The arteriole is not only thickened, but also
tortuous, and so has been cut twice in cross-section
in the same plane, x 1500.

the pancreas, liver and adrenal capsules. In all
these sites, the change is appreciably commoner
and usually more severe in hypertensives than
in normotensive subjects of corresponding
ages. Hyaline arteriolosclerosis is uncommon in
the arterioles of the brain, gastro-intestinal
tract, pituitary, thyroid, heart, skin and skeletal
muscles (Smith, 1956). When severe, hyaline
arteriolosclerosis results in considerable nar-
rowing of the arteriolar lumen. This has im-
portant effects upon individual glomeruli, but
does not usually cause renal failure. The nature
of the change is not fully understood: initially,
the hyaline material resembles fibrin in its
staining properties, but later it stains like col-
lagen. It also contains lipid material, and there
is evidence that it may result from an exudative
process in which plasma seeps into the arter-
iolar wall (p. 809). Apart from its occurrence as
an ageing process and in hypertensive subjects,
hyaline arteriolosclerosis is often severe and
extensive in diabetes mellitus (pp. 840, 1033).

(b) Malignant hypertension. In this condition,
the concentric fibrous thickening of the intima
of the small arteries is often of extreme degree,
particularly in the interlobular arteries of the
kidneys (Fig. 22.10, p. 812). The arterioles are
thickened and of hyaline appearance, as in
benign hypertension, but the change is re-
latively acute, and consists of necrosis of the
arteriolar wall, accompanied by permeation
with plasma and deposition of fibrin (so-called
fibrinoid necrosis): pyknotic nuclei, neutrophil
polymorphs and red cells can often be found in
the necrotic wall. The lumen is considerably
narrowed, and superadded thrombosis may
complete its occlusion. These changes affect
especially the viscera, and the arteriolar lesions
may result in haemorrhages and in ischaemic
necrosis (Fig. 14.18). Focal fibrinoid necrosis
may develop also in the small arteries.

In both benign and malignant hypertension,
the changes in the small vessels in the kidneys
cause renal damage, as described on pp. 809-12.

Cerebral haemorrhage in hypertensives is
probably due to rupture of micro-aneurysms of
the small arteries within the brain (p. 388).

Course of chronic and of accelerated
hypertension

Chronic ('benign') essential hypertension. As

already stated, this is much the commonest
type of hypertension. The blood pressure rises
very gradually over a period of years, in most
cases to moderately high levels, e.g. 180/110
mm Hg, but occasionally much higher. The
increase nearly always starts before the age of
45 years, and individuals with a resting blood
pressure consistently below 140/85 at this age
are very unlikely to develop essential hyperten-
sion. The diastolic pressure is less subject to
physiological variations than the systolic pres-
sure, and a diastolic pressure persistently
exceeding 90 mm Hg is generally regarded,
on an arbitrary basis, as abnormal However,
the disease develops very slowly, and it may
be years before the rise in pressure clearly
exceeds that which occurs normally with age.

The condition may be symptomless, and
many cases come to light during routine medi-
cal examination for insurance or other pur-
poses. Common symptoms include palpitations,
audible pulsation in the head, headaches,